SUmmARY A 14-year-old boy had suffered from intermittent acute hepatic porphyria, myoclonic convulsions, and mental retardation (LennoxGastaut syndrome). The porphyria was treated by stopping the administration of phenobarbitone and phenytoin. Sodium valproate at a dose of 70 mg/kg per day lessened the severity and frequency of convulsive crises.
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Acute intermittent porphyria (AIP) is rare in children, but is not unknown. In a survey of reports on such children, Barclay (1974) found 37 cases but these were not all fully documented. In our opinion the age of the patient is of particular interest as is the association of AIP with epilepsy. The only 4 cases of hepatic metabolic disorder of porphyrins to have been fully described in infants associated with epilepsy are 3 of hereditary coproporphyria (Birchfield and Cowger, 1966; Haeger-Aronsen et al., 1968; Houston et al., 1977) and one of hepatic porphyria not better identified (Houston et al., 1977 Acute intermittent porphyria and epilepsy 645 00. 
Discussion
The following points are of interest.
(1) The mental handicap in our patient was the same as that described in 3 of 5 othercases (Birchfield and Cowger, 1966; Houston et al., 1977) . (2) There is a continuous need to adjust the treatment. (3) The severity of the epilepsy was such that the paroxysmal activity was 2 5 Hz on the EEG, suggesting a seizure disorder such as the Lennox-Gastaut syndrome. The epilepsy was equal in severity to the other cases (Birchfield and Cowger, 1966; Houston et al., 1977) . (4) The symptoms became much less when barbiturates and phenytoin were stopped and sodium valproate given alone at a dose of 70 mg/kg per day. We, therefore, believe that our case lends further support to the claim of Houston et al. (1977) that there is a correlation between epilepsy and acute porphyria. In fact, the failure to diagnose AIP early and the unsuccessful anticonvulsive therapy probably hastened the acute crises which were attributed to AIP only in retrospect. Table 1 gives the amounts of urinary porphyrins and precursors and uroporphyrinogen-1-synthetase enzyme activities in erythrocytes found both in the patient and in the mother on which the diagnosis is based (using the method of Grandchamp et a!., 1976). Table 2 gives the principal clinical findings in our patient and those previously reported.
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